Continuous infusion of norepinephrine in man caused a rise in pulmonary arteriolar resistance as measured by pulmonary artery-pulmonary wedge pressure differences. Since no change in flow occurred during the procedures, the data suggest active constriction of the pulmonary vascular bed under these circumstances.
T HE capacity of small pulmonary blood vessels for vasoconstriction remains a controversial subject.1 2 Evidence is accumulating which suggests that at least under abnormal circumstances vasoconstriction of the pulmonary vascular bed may occur.3 The following is a report on changes in pulmonary arteriolar resistance (PAR) during norepinephrine infusion based on simultaneous measurements of blood flow and pressures in the pulmonary vascular system. The pulmonary arteriolar resistance depends on the physical dimensions (geometry) of the vascular bed and on the viscosity of blood (Poiseuille-Hagen equation). If one assumes that the viscosity undergoes no measurable change during administration of norepinephrine, the decisive factor responsible for a change in resistance should be a change in radius of the small vessels. A rise in pulmonary artery pressure alone would tend to dilate vessels passively and to lower the pulmonary arteriolar resistance. An increase in this resistance in the presence of a rise in pulmonary artery pressure constitutes evidence for active vasoconstriction in the pulmonary vascular bed.
METHODS
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This Table 1 gives the basic data obtained in 18 normal subjects and in 3 subjects with a supposedly abnormal pulmonary vascular bed. In table 2 the mean values of pulmonary arteriolar resistance (obtained from measured pulmonary artery-wedge pressure only) before and after norepinephrine administration are shown. Table 3 summarizes the results obtained from statistics of paired data. A significant over-all increase in pulmonary arteriolar resistance was obtained, (p < .01). Figure 2 illustrates the rise in pulmonary arteriolar resistance after norepinephrine in one subject (no. 16) in whom the flow, pulmonary artery pressure, and pulmonary artery-wedge pressure were measured simultaneously by means of 2 resistance increased in their experiments. In our series, estimations of the total pulmonary resistance also demonstrated increased values. The significance of these calculations is doubtful, since the second pressure point used in calculating total pulmonary resistance is assumed to be 0, which may not be justified since the norepinephrine infusion caused changes in the systemic circulation as well.
Several factors may have been responsible for the observed changes in pulmonary arteriolar resistance: (1) The critical sense and sceptical attitude of the Hippocratic school laid the foundation of modern medicine on broad lines, and we owe to it: first, the emancipation of medicine from the shackles of priesteraft and of caste; secondly, the conception of medicine as an art based on accurate observation, and as a science, an integral part of the science of man and of nature; thirdly, the high moral ideals expressed in that 'most memorable of human documents', the Hippocratic oath; and fourthly, the conception
